There is now evidence that serum folate levels are decreased in between 31 and 76% of epileptics treated with anticonvulsants (Chanarin, 1969a) . The significance of this is, however, open to doubt depending upon whether or not serum folate levels are taken to be a precise index of folate deficiency.
At the present time there exists some confusion as to which laboratory measurements are indicative of an absolute state of folate depletion. Assays of folate in the serum have been widely performed but the significance and relationship of such assays to red cell folate and to red cell and serum lactic dehydrogenase (LD) remain uncertain in anticonvulsant-treated epileptics.
The effects of folate depletion are potentially important as causes of (a) rare cases of megaloblastic anaemia, (b) various neurological syndromes which in the literature have included dementia, spinal cord lesions, visual failure, and possibly peripheral neuropathy (Brain, 1969) .
Normal levels of serum LD have been reported (Reynolds, Chanarin, Milner, and Matthews, 1966) in a series of patients in a 'megaloblastic group' due to anticonvulsant therapy. Serum 2 hydroxybutyric dehydrogenase (2HBD) has been suggested as a more sensitive test than serum LD in reflecting bone marrow changes in megaloblastic anaemia (Fleming and Elliott, 1964) . Reports of red cell LD in pernicious anaemia have been conflicting, Received for publication 24 April 1972. increased activity being reported by Vuopio (1963) and by Emerson, Withycome, and Wilkinson (1967) , whereas no significant variations from normal have been reported by certain other workers referred to in the above papers.
We have been unable to find a consecutive series of anticonvulsant-treated epileptics in whom red cell folate levels have been investigated; nor have we been able to find reports of red cell LD values in this group of potentially folate-depleted subjects. We have therefore applied these methods to a consecutive series of outpatient epileptics on anticonvulsant therapy in an attempt to clarify these issues. We were particularly interested to assess the relative sensitivities of the various methods employed. The preparation of red cell haemolysates and the estimation of red cell 2HBD and red cell LD have been described previously (Teasdale, 1972) . Red cell folate levels were measured by assay with L. casei (Hoffbrand, Newcombe, and Mallin, 1966) ; serum 2HBD by the method of Rosalki and Wilkinson (1960) , LD by the method of Wroblewski and LaDue (1955) , and folate estimations using L. casei (Waters and Mollin, 1961) . These were measured in all subjects. Serum vitamin B12 measurements were also made (Spray, 1955) , normal range 170 to 970 ng/ml. Urine Figlu estimations were carried out using the sensitive enzyme technique of Tabor and Wyngarden (1958) after histidine loading (Luhby and Cooperman, 1964) . The normal values obtained in 40 healthy adults are shown in Table I . Routine haematological studies using standard methods (Dacie and Lewis, 1968) were used. (Chanarin, 1969b) indicate that a low level of red cell folate is evidence of true folate deficiency, and that a low serum folate suggests a negative folate balance which in time may lead to true deficiency.
Materials and Methods

Estimations
The number of low serum folate results (39 %) was similar to previous reports (31 to 76 %) (Chanarin, 1969a) . To the best of our knowledge no data exist for serial red cell folate levels in epileptics receiving anticonvulsant drugs. Of particular significance is the fact that some patients exist for up to 15 months with levels well below the normal range without showing any haematological change. According to Herbert (1962) Despite this, in two patients who were given folate supplements and then who had red cell folate levels in excess of 1000 ng/100 ml the red cell levels fell to below the normal range in 10 to 12 months after the folic acid was withdrawn (Fig. 2) (Grant and Stores, 1970 
